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【Summany】
  The recognition of the pain for the human being is the one to maintain its form normally.　The 
cause of the pain stands up with the reaction which equal to or more than one piece of a wide 
range of cause such as the sharp pain which the nervous factor by the inflammation, the sharp 
pain behind the art and the disease to oppress and for it to be pschosocial participated in fell on.　
Specifically, it often has difficulty in the treatment to the non- organic-pain that the pschosocial 
factor exists in the background.
  It becomes possible to clinically apply recently the new medicine of SNRI, SSRI and so on to 
strike and the width of the choice is spreading.







































the descending pain modulation system. However, there is supposed whether not to be involvement 
of the other type in addition to the descending pain modulation system because it experiences the 
many examples that the chronic sharp pain improve in using antidepressant in a little or the short 
time, too.
  A great deal of dopamine are released from ventral tegmental area(VTA) and Nucleus 
accumbens (NAc),  μ-opioid is produced and a sharp pain is restrained when the relation between 
the mesolimbic course and the sharp pain which sends a nervous fiber-bundle from the  VTA  and 
to the  NAc , the ventral pallidum ( VP ), the amygdala ( Amyg ) the  prefrontal cortex ( PFC ) 
attracts attention, painful and stimulation is added to the living body.
  As for the example which complains of the non- organic-pain, because the stress and the anxiety, 
the depression and so on exist, dopamine  from VTA decreases and μ-opioid falls into the condition 
which isn't sufficiently produced.
  By the prescribing of SSRI and SNRI, it supposed whether it wasn't possible to work a short time 
sharp pain inhibition mechanism by making satisfy the dopamine of VTA and making produce μ
-opioid sufficiently.
  It thought that the compatibility to the transporter of the dopamine of Escitalopram was very low 
but that it increased a dopamine by some mechanism except the compatibility with the dopamine 
transporter.　Escitalopram seemed to become the cause that it makes produce μ-opioid by being 
usable in the high amount from the beginning because the early stage amount is a lasting amount 
and replenishing the dopamine of VTA promptly.
  Seems the analgesic-action having to do with short time which depends on μ-opioid by the 
dopamine complementing to VTA as the first stage floor whether or not to be and there seemed 
whether or not not to be an analgesic-action of the second-stage by the operation having to do with 
complementarity of  μ-opioid and the descend-able sharp pain inhibitory system to the example 
which spends long when prescribing Escitalopram for the example which complains of the chronic 
sharp pain of the non- receptacle quality.
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